Introduction
Histamine is present in essentially all tissues and it can stimulate all three classes of histamine receptors. It is found in significant concentrations in the blood and also in the vessel walls. It [4] [5] [6] In different blood vessels cGMP formation is activated by endothelium-derived relaxing factor (EDRF) 7 while cAMP formation is stimulated by prostacyclin (PGI2). 8'9 The histamine H3 receptors were found within the central nervous system of the rat and the human where they appear to be involved in the feedback control of both histamine synthesis and release of the level of histaminergic nerve endings, m'l Furthermore, stimulation of histamine H 3 receptors has been shown to inhibit adrenergic and cholinergic neurotransmission in the peripheral autonomic nervous system. 12 '13 There is some controversy about whether histamine H3 receptors are present on the sympathetic nerve fibres innervating blood vessels. 42 In our experiments the inhibitory effects been observed that in rat aorta and rat main of I-NMMA and I-NOARG on (R)z-MeHA-induced pulmonary artery ACh released two different subendothelium-dependent rat aorta relaxation were stances from endothelium. On factor (EDRF) is also observed, indicating that these substances responsible for vascular muscle relaxation while inhibit NO formation by competing with t-argithe other (EDHF) hyterpolarizes the muscle nine for binding to NO synthase. The addition of membrane by opening 6Rb-permeable K + chant-arginine partly reversed t-NMMA-induced inhibi-nels. 5 However, ouabain (an inhibitor of the tion of response. We also found that the inhibi-Na+,K+-ATPase) inhibited (R)0t-MeHA-induced tory effect of L-NOARG was greater than that of Lendothelium-dependent rat aorta relaxation NMMA (70% and 52%, respectively) which is in much more than t-NOARG (90% and 70% inhibiagreement with the observations of different tion, respectively). It means that in addition to 15 43 44 authors.
Methylene blue (which blocks NO, some factor other than NO (e.g. EDHF)
guanylate cyclase45) prevented the increase in could participate in (R)z-MeHA-induced endothecGMP and thus inhibited (R)z-MeHA-induced Bum-dependent rat aorta relaxation 
